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the majority this is mycosis fungoides in a few cases it is lymphadenoma and indeed this was the termination of the first case described in the American literature which is usually taken as the type case of this disorder (Lane 1921 (Lane , 1923 .
The coexistence of lymphadenoma and other reticulosis is a feature well recognized but not often of much interest to the dermatologist. We do, however, occasionally see cases with lymphadenoma and Kaposi's haemorrhagic sarcoma occurring together when a dermatological opinion may be helpful in establishing the diagnosis. REFERENCES Lane J E (1921)Arch. Dermii. Syph. 4, 563 (1923) Arch. Derm. Syph. 8, 373 Professor J G Scadding (Institute ofDiseases ofthe Chest, London)
Differential Diagnosis ofIntramthoracic Hodgkin's Disease
The diagnosis of intrathoracic Hodgkin's disease does not often cause difficulty, but when it does, problems of many types may be presented.
Intrathoracic changesenlargement of mediastinal lymph nodes, with or without superior vena caval (SVC) obstruction, infiltration of the lungs or rarely of the bronchial wall, or pleural effusionmay be the presenting manifestation, without evident extrathoracic changes, and in such cases the problem of diagnosis is that of obtaining material for biopsy by the safest and most convenient method.
In patients with extrathoracic as well as intrathoracic changes, the diagnosis will usually be established without difficulty by biopsy of a superficial lymph node, and the principal problem presented by lung changes is whether they are specific to Hodgkin's disease or due to some other disease. If there is radiological evidence of lung changes at the time of diagnosis, the problem is whether the lung changes are those of Hodgkin's disease or due to some unrelated and preexisting disease. Here it is always worth enquiring about previous chest radiography which, if available, will give evidence about the duration of the intrathoracic changes. If lung changes appear later in the course of Hodgkin's disease, the chief problem is whether they are due to an 'opportunistic' infection, encouraged by the immunological deficit imposed both by Hodgkin's disease itself and by the effects of treatment with cytotoxic drugs, corticosteroids and ionizing radiation. Such common infections as tuberculosis may be, in this context, opportunistic; fungi such as aspergillus and cryptococcus, viruses such as that of cytomegalic inclusion body disease, and protozoa such as toxoplasma may take advantage of diminished immune response and become invasive.
The possible causes of hilar and mediastinal lymph-node enlargement include primary and secondary neoplasms of many kinds, as well as other forms of lymphoma, tuberculosis and sarcoidosis. In cases presenting in this way, the diagnosis of Hodgkin's disease can be established only by biopsy. A careful search for a palpable lymph node should be the first step. If none is found either scalene node biopsy or mediastinoscopy should be the next step if Hodgkin's disease is suspected. Unfortunately, a 'distant' lymph node may show no specific change. In my view, unless there are contraindications, attempts to obtain biopsy evidence should be carried as far as thoracotomy, if necessary, before radiotherapy is started. Unfortunately, in the presence of SVC obstruction, it may not be possible to perform biopsy procedures safely, so that radiotherapy is evidently indicated in the hope of relieving symptoms. In such circumstances, confirmation of the diagnosis may have to await a recurrence of the disease, a situation that can give rise to various difficulties.
Probably the common cause of intrathoracic lymph-node enlargement without SVC obstruction which it is most important to recognize is sarcoidosis. Patients with sarcoid bilateral hilar lymph-node enlargement (BHL) are still occasionally exposed to the danger of receiving radiotherapy, from which they should be safeguarded. The BHL of sarcoidosis is either symptomless, in which case it is generally a finding at routine radiography, or associated with erythema nodosum, febrile arthralgia or both these. In the minority of cases in which there are extrathoracic manifestations ofsarcoidosis, the diagnosis should be readily established. In others, the very distinctive smooth polycyclic outline of the more or less symmetrically enlarged hilar lymph nodes, often accompanied by the right paratracheal nodes, should suggest the diagnosis. The need for biopsy in these circumstances varies inversely with the degree of confidence with which the total clinicoradiological picture is recognized. Either biopsy of a lymph node or a Kveim test may confirm, but a negative result from either procedure does not exclude the diagnosis of sarcoidosis. When the typical radiographic appearances are accompanied either by no symptoms or by the erythema nodosum/febrile arthralgia syndrome, a provisional diagnosis of sarcoidosis is justified; in most instances spontaneous regression of the BHL, with the appearance in a minority of a symptomless mottled infiltration in the lungs, will provide confirmation of this diagnosis. I have seen only one patient in whom the initial radiographic appearance so strongly suggested a diagnosis of sarcoid BHL that this diagnosis was provisionally made, but later the picture changed to that of Hodgkin's disease, with histological confirmation.
Cases were quoted to illustrate: (1) The difficulties imposed later by failure to obtain histological evidence before radiotherapy. (2) The combination of atypical histology in a cervical lymph node, infiltration of the wall of a main bronchus, and cavitation in the lung, giving rise to suspicion of Wegener's granuloma, the diagnosis being established beyond doubt only at necropsy.
(3) Hodgkin's disease involving mediastinal lymph nodes and infiltrating lung, supervening on an antecedent chronic fibrosing alveolitis, with the incidental necropsy finding of cytomegalic inclusion bodies in part of the lung.
Professor H Spencer (Department ofMorbid Anatomy, St Thomas's Hospital Medical School, London)
Pathology of Intrathoracic Hodgkin's Disease
When Hodgkin wrote 'On Some Morbid Appearances of the Absorbent Glands and Spleen' in 1832, he described a morbid anatomical picture, now known to be caused by more than one disease.
His observations, made before the introduction of light microscopy, lacked the precision of a microscopical diagnosis. Even to this day the nature of Hodgkin's disease remains uncertain although it is now usually regarded as a form of neoplasm. The variety of microscopical appearances that are found in cases of Hodgkin's disease suggest the possibility that it may comprise more than one disease, a view further supported by the bimodal peak age incidence (15-34 years and over 50 years) and the very different prognoses which attach to the different histological forms, but for the purposes of the present discussion Hodgkin's disease is regarded as a neoplastic process and as one disease.
The mediastinal lymphoid tissue, including that contained within the lungs, is found to be involved in about 40 % of fatal cases, while clinical involvement of the mediastinal lymphatic glands can be detected in about 30 % of patients.
Several classifications of Hodgkin's disease based upon the microscopical appearances have been proposed but that described by Jackson & Parker (1944) has the merit of simplicity and is preferred to that more recently recommended at the Rye symposium on Hodgkin's disease (Lukes et al. 1966 ).
Three main histological varieties of the disease are recognized: the paragranulomatous, the granulomatous and the sarcomatous types.
The paragranulomatous form is characterized by replacement of the normal lymph gland architecture by lymphocytes amongst which are interspersed larger, pale-staining reticulum cells. An occasional multinucleate form of the latter occurs with ill-defined cell cytoplasm. Macroscopically, this type of the disease gives rise to little fibrosis and the affected lymphatic glands remain discrete and rubbery in texture. The paragranulomatous form accounts for about 5 % of all cases of mediastinal Hodgkin's disease and of these about 40 % survive for upwards of fifteen years following discovery of the condition.
The granulomatous type accounts for about 70 % of all cases with mediastinal gland involvement. The normal lymph gland architecture is destroyed and replaced by a variety of cells including lymphocytes, eosinophils, a few neutrophils, reticulum cells, giant cells (Stemnberg-Reed cells) and a variable amount of fibrous tissue. The giant cells stain clearly showing a clear cut cytoplasm and the nuclei contain prominent nucleoli. The fifteen-year survival rate for this form of the disease is about 13% (Lukes et al. 1966 ). Granulomatous Hodgkin's disease tends to undergo increasing fibrosis with the passage of time.
The sarcomatous type of Hodgkin's disease blends microscopically with reticulum cell sarcoma. It is usually found in persons over the age of 50 and spreads rapidly to involve the entire lymphoid system throughout the body including the liver, spleen and bone marrow. The prognosis is poor and the majority of the patients die within eighteen months of its onset. Microscopically, the lymphoid tissue is replaced by hyperchromatic
